SUMMARY Percutaneous transluminal coronary angioplasty was performed in a 56 year old man with postinfarction angina. During an otherwise uncomplicated dilatation of a left anterior descending artery with a 70% stenosis two diagonal branches, each measuring 1-5 mm in diameter, were occluded. The occlusions were not associated with any adverse clinical effects, though there was a small rise in plasma creatine kinase concentration. The patient became free of angina two weeks after angioplasty, and follow up angiography showed spontaneous reappearance of the occluded side branches. Redistribution of atheromatous material and its later reabsorption may have been the mechanism for the initial occlusion and later reappearance of the vessels.
Side branch occlusion is a recognised complication of percutaneous transluminal coronary angioplasty. Side branches originating directly in the stenotic segment have been shown to be particularly at risk, and it is often a contraindication to coronary angioplasty.' In the absence of a systematic follow up study of these occluded side branches, the assumption is that these vessels would remain permanently blocked. We report the spontaneous recanalisation of two diagonal branches occluded during an otherwise uncomplicated percutaneous transluminal coronary angioplasty of a left anterior descending artery.
Case report
A 56 year old man with severe postinfarction angina unresponsive to medical treatment was investigated with a view to surgery. There were no detectable risk factors apart from previous heavy cigarette consumption of 60 branches our patient had a good clinical response to the angioplasty procedure. It is not possible to be dogmatic about whether the branch occlusion resulted in myocardial necrosis, but on balance it seemed unlikely.
The modest rise in cardiac enzymes with only traces of cardiac isoenzyme is often seen in otherwise uncomplicated cases. Our patient experienced no chest pain during his hospital stay, and there were no other clinical features of myocardial infarction. Our hypothesis is that occlusion was temporary and that early spontaneous recanalisation occurred leading to the improvement of anginal symptoms in the three weeks after the angioplasty procedure.
The most likely explanation for spontaneous recanalisation of the branches is reabsorption of atheromatous debris. Such clearing up of intraluminal debris has been suggested as one of the mechanisms by which coronary lesions continue to improve weeks after coronary angioplasty.4 It is not known what, if any, pharmacological agents would enhance this process. Oral anticoagulation has been shown to have no effect on the results of coronary angioplasty, and it was not used in this case.6 Our patient had the standard regimen of systemic heparinisation during operation, and treatment with aspirin 300 mg daily was started on the day of the procedure and continued afterwards. Further observations on spontaneous recanalisation of occluded side branches may help in our understanding of the healing process after vessel injury at coronary angioplasty. 
